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0-18-2 INHIBITION OF NA+/H+ EXCHANGE PREVENTS VENTRICULAR FIBRILLATION AND PRESERVES 
FUNCTION IN PORaNE STUNNED MYOCARDIUM 

Stefan Sack, Masahiro Mohri, Ernst R. Schwarz, Margarete Arras, Jutta Schaper. 
Wolfgang Schaper, I\4ax-Planck-Instltute, Bad Nauheim, F.R. Germany. 

We investigated the effect of a new Na+/H+ inhibitor ((3-methylsulfonyl-4-piperidino- 
ben2oy!)guanidine hydrochloride, HOE 694) on the incidence of ventricular fibrillation (VF), 
regional wall function (%SS) and ultrastructural changes (UC). Pigs were subjected to two 10' 
of left circumflex artery occlusion (CO) separated by 30* of reperfusion (REP) and followed by 
4h of REP. The treated group (TRG) received the Na+/fi+ inhibitor as a bolus {7mg/kg) 20' 
prior to CO and then by continuous infusion {0.07mg/kg). Control pigs (CON) received 
vehicle. During CO and REP, VF occurred in no pig out of 8 (0/8) in TRG, but in 9 of 11 (9/11) 
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completely recovered in TRG, respectively. We conclude that Inhibition of sarcolemmal 
Na+/H+ exchanger is antian-hythmogenic and diminishes myocardial Ischemic cell Injury. 



0-18-3 ADULT AND IMMATURE RABBIT AND RAT HEARTS ARE TOLERANT TO REVERSIBLE MYOCARDIAL 
ISCHEMIC AND REPERFUSION INJURY "MYOCARDIAL STUNNING": ROLE OF S'-NUCLEOTIDASE 
^^^^ S. Abd-Elfattah, Mai Ding, Hamdy M. Aly, Andrew S. Wechsler. Department of Surgery, Medical 
College of Virginia, Richmond, Virginia. 23298 USA. ^ 

We determined if increased accumulation of AMP in rabbit and rat myocardium during ischemia (I) plays a 
role in myocardial tolerance to reversible 1 and reperfusion (R) injury. Isolated perfused adult rabbit (n= 15) and 
rat (n=8j hearts were subjected to 15' of global ischemia (I) OTC) and reperfujsed for 30\ Adenine nucleotides, 
nucleosides and purine bases were determined in myocardial biopsies using HPLC. Developed (DP) and end- 
diastohc pressure (EDP), coronary flow (CP) and ±dp/dt were monitored. 
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Recovery of hemodynamics were as follow:DP=120.4±3 vs 88.4±4; EDP= 3.8±0.3 vs 7.9±l; Coronary Flow 

= 36.3±1 vs 44.1±1; -dp/dt= .671±28 vs 48l.0±14;and +dp/dt»1035 ±46 vs 702 ±26 (P=NS). Myocardial AMP 

in anil If rot ha«>rf tr\f*^ArtfaA 1 dZ. t AO*.--. OA riti<^ t i . • « . . ' _ . 




[in Jto. . Rewvery of myocardial ATP and increased tolerance of rabbit and rat myocardium to reversible I and 
R injury IS related to species-, and age-related differences in entrapment of AMP during I which may be 
explamedby.either deficiency or inactivation of 5*-nucleotidas6. 



0-18-4 RAPID ATRIAL PACING FAILS TO PRECONDITION THE RABBIT HEART. 
Mtehad S Marber. David M Walker. Deiek M YeUon, J Malcolm Walker. 

rSpir^rSf^t ,T^1^of T*l^/r5^^''i?,''^25?x't.^ '^Sf^st ischacmic dysnythinias 

SSL Lli^! V^^= • ^J?^- y^l^^l ^'Sacd to ascertain whether rapid pacing (R?) 
could 'SchMmu: pr^^^ (IP) when inferct size limitation was used as the endpoint 

ihr.r«'rlzZ.^I^:f7'^ ^' ("=5), wcie anaesthetised, ventilated and their hearts exposed via a left 
^^t^: ^^^JLT"^ ^ <u 42(M80/min, whilst LV monophasic action potential (MAP). 
aSrS«,S^« ■f^*'/'*'?!?" monitored. Faster RP invariably caused a precipitous 

^l^^J^^l^T^''^ nipid pacing was foUowed by 10 min stabilization jio simulate'^an IP pn>- 
SSC^d^^Jf"''" reperfusion for 120 min. Infarct size was determined u^ing 

Rrc^^^T?±iH-Pf"S"'^«^ ^ 0^) demarcated by fluorescent microspheres. 
/ noSf.v'^H^®*'.?" iroraediate drop in systolic BP from 91.4 ±45 mmHe to 47 0 ± 5 9 mmHe 
(p<0.0001). diastolic BP fix.m 67.2 ± 2.9miiHg to 23.6 ± 3.2ni^g (p^OoSf which recJ^ 
?^ °^ r ^ ^ duration shorteiSfrom 192 ± 13m^^^ 

S t'S kJeSTif ("=4)- Following RP the ECG showed eiS ST depression 

imoaiance in myocardial metabolic supply and demand are necessaiy to cause ischaemic preronditioning. 
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